IU/1. Albumin rose to 39 g/l. Chest X-rays showed steadily increasing reticular shadowing. She relapsed on chemotherapy 30 months after presentation. Treatment was changed to cyclophos-phamide, vindesine and predisolone and she has received three courses of this. She is now severely disabled by her breathlessness and is tachypnoeic at rest. Chest X-ray shows increased coarse reticular shadowing at both mid and lower zones. Her lung function has deteriorated -FEV, has fallen to 0.8 litres (predicted 2.2) and the transfer factor to 5.5 (predicted 21) ml/min/mm Hg. The pulmonary fibrosis in our patient was associated with the treatment rather than the disease. She had not received any other drugs except melphalan and prednisolone prior to the development of signs of pulmonary fibrosis; therefore, it is quite likely that this was induced by melphalan. The association between melphalan and pulmonary fibrosis, although rare, has been reported increasingly in the past few years [2, 3] and histologically consists of interstitial fibrosis and atypical alveolar hyperplasia [3] . The pathogenesis of melphalan-induced pulmonary fibrosis is unknown but we feel this has important clinical implications as illustrated by this patient. Serum AP is rarely raised in classical myeloma even in the face of extensive bone damage and this is taken as evidence of a lack of osteoblastic activity. Paradoxically, osteosclerotic myeloma is no more frequently characterised by a raised serum AP [1] and our patient is unusual in this respect. Correspondence 141 References Driedger, H.; Pruzanski, W.: Plasma cell neopla-sia with osteosclerotic lesions: a study of five cases and a review of the literature. Archs Intern. Med. 139: 892-896(1979) . Codling, B.W.; Chakera, T.M.: Pulmonary fibro-sis following therapy with melphalan for multiple myeloma. J. clin. Path. 25: 668-673 (1972) . Tattle, R.; Dickman, P.S.; Feldman, P.S.: Pulmonary histopathological changes associated with melphalan therapy. Cancer 42/3:1239-1245 (1978) . Acta haemat. 69: 141-142(1983) Acute Hepatitis and Selective Erythroblastopenia Transient pure red blood cell aplasia has been observed following viral infections, treatment with several drugs, acute renal failure, kwashiorkor, deficit of vitamin B12, riboflavin and folate, and associated with immunological disorders and carcinoma. Only in two reports it has been described in association with viral hepatitis. We are reporting a new case of this association. A 26-year-old male patient was admitted to our hospital in March 1979 due to an acute hepatocellu-lar insufficency. A diagnosis of acute HBsAg-nega-tive hepatitis was made at that time. On March 26, 1979, the blood tests showed: hemoglobin 6.2 g/dl; hematocrit 18%; reticulocytes 0.2%; WBC 6.1×103/ µl; platelets 240 × 103/µl; direct and indirect Coombs tests were negative. Bone marrow aspirate revealed a complete depletion of erythroblastic cells with normal granulocytic and megakaryocytic lines. The clinical picture was interpreted as a severe acute hepatitis, possibly of viral origin with pure red blood cell aplasia. Several transfusions of concentrated red cells were performed. On April 26, 1979, the patient presented an obvious improvement in peripheral blood findings: hemoglobin 13 g/dl; hematocrit 40%; and reticulocytes 9%. A new bone marrow aspirate showed a recovery of the erythroblastic cell population. A liver biopsy revealed a histologic picture compatible with an acute hepatitis. The patient was discharged on May 6, 1979. The patient has been feeling well until the present time, and all biochemical parameters have been normalized. A new liver biopsy, on October 15, 1979, showed a persistent chronic hepatitis. After the initial description, by Sears et al. [1] , of an association of acute viral hepatitis with a pure red cell aplasia in 2 brothers, an additional case has been reported by Wilson et al. [2] . A positive HBsAg was found in only 1 of these 3 patients. In several aspects, our case is similar to those previously reported. As the other 3 patients, ours had severe acute hepatitis, and several weeks later developed a sudden anemia, without signs of bleeding or hemolysis. The bone marrow aspirate showed a complete depletion of erythroblastic cells. Sears et al. described the first 2 cases in 2 brothers, both of whom developed, within a 4-year period, hepatitis associated with selective erythroblastopenia, suggesting a possible genetic link. A brother of our patient had hepatitis 8 years ago, but it was not studied serologi-cally. It seems that he never developed a simultaneous anemia. In 2 of the 3 reported cases the patient developed chronic hepatitis. Our patient also has persistent chronic hepatitis. The immunological studies were completely negative in 3 of the 4 cases studied, including the one described here. Only in 1 case a positive LE cell phenomenon and the presence of
